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Background
Negative regulators of the signalling transduction cascades
have been shown to play critical role in controlling differ-
ent aspects of normal embryonic development [1,2]. It is
believed that these regulators control FGF signalling
through a negative feedback mechanism [3]. The role of
the FGF negative regulators during somite myogenesis is
still not clear. In the current study, we tried to shed some
light on FGF signalling through their negative regulators
during early chick somite myogenesis.
Materials and methods
Chick embryos at HH7-HH25 were obtained by incubating
white leghorn fertilised eggs at 38ºC for the desired times.
Single and double In situ hybridisation for the FGF nega-
tive regulators with other myogenic markers at different
stages of chick embryos were carried out. Embryos were
then sectioned and their expression pattern was critically
analysed. For the functional analysis, epithelial somites
were targeted for injection of different expression con-
structs. Embryos were then fixed and whole mount in situ
hybridisation for MyoD and Mgn probes was carried out.
Results
Our results show that a number of FGF negative regula-
tors are expressed in somites and their expression overlaps
with that of MyoD and Mgn expression. Using gain– and
loss-of-function approach, a number of the FGF negative
regulators show that they can block FGF expression.
Conclusions
A number of FGF negative regulators are expressed during
early chick somites formation. These regulators are able to
regulate FGF activation of somite myogenesis. Our study
shed some light on FGF signalling and their negative regu-
lators during early chick somite myogenesis.
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